Growth hormone responses to growth hormone-releasing hormone and clonidine in dogs with Cushing's syndrome.
The effects of clonidine, a growth hormone (GH) secretagogue, acting at the hypothalamic level and synthetic GH-releasing hormone (GHRH), a physiological stimulus of somatotrophs, on GH secretion were measured in 11 dogs with Cushing's syndrome. Eight healthy dogs served as controls. After the administration of GHRH the dogs with hyperadrenocorticism had a mean (SEM) GH peak of 11.2 (2.5) ng ml-1 which was significantly lower than the peak of 48.6 (13.4) ng ml-1 observed in the healthy dogs. Similarly, the GH response to clonidine was inhibited in the dogs with hyperadrenocorticism, the mean GH peak being 9.3 (3.3) ng ml-1 compared with 135.6 (43.3) ng ml-1 in the control dogs. No significant difference between the GH responses to GHRH and clonidine was observed in the dogs with Cushing's syndrome, the areas under the response curves being 567.9 (78.2) and 478.0 (102.6) ng.min ml-1, respectively. These results demonstrate that the function of somatotrophs is abnormal in dogs with Cushing's syndrome. There is evidence that the likely action of clonidine in dogs is to inhibit the release of somatostatin and the results therefore suggest that the effect of an excess of glucocorticoid in the dog is probably not mediated through an increase in somatostatin tone.